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Homicide — Los Angeles, 1970-1979 


Since the mid-1950s, the risk of homicide in the city of Los Angeles, California, has in- 
creased sixfold (7). The largest 10-year absolute increase (84.0%) occurred from 1970 to 
1979, when rates rose from 12.5 per 100,000 population to 23.0/ 100,000. 

During this decade, 4,950 criminal homicides* occurred in Los Angeles, an average rate of 
17.1 homicides/100,000 population (2). Homicide victims were most likely to be male and 
young and of a minority group. Males were almost four times more likely to become homicide 
victims (27.0/100,000) than were females (7.3/100,000). The homicide rate for males more 
than doubled during the decade, rising from 19.5 per 100,000 in 1970 to 39.7/100,000 in 
1979, compared with an increase of from 6.0/100,000 to 6.6/100,000 for females. Age- 
specific homicide rates increased in every age category, except persons under age 15, peak- 
ing at 26.9/100,000 population in the 25- to 34-year-old group. 

Blacks and Hispanics were 5.6 and 2.3 times more likely, respectively, than white non- 
Hispanics to become homicide victims. Blacks were at greatest risk of victimization, with a 
rate of 45.6/100,000 population. The greatest absolute increase in homicide rates occurred 
among blacks, whose rates rose from 35.7/100,000 in 1970 to 61.3/100,000 in 1979. 
However, the highest percentage increase—over 166.7%—occurred among Hispanics, from 
11.1 in 1970 to 29.6 in 1979. 

For specific race/ethnic groups by sex, the risk of homicide was greatest for black males, 
followed by Hispanic males, and black females (Figure 1). Hispanic males were 7.3 times 
more likely than Hispanic females to be victimized, while black males and white non-Hispanic 
males were 4.3 and 2.3 times more likely to be victimized than black females and white non- 
Hispanic females, respectively. Relative differences in race/sex-specific homicide rates were 
unchanged after rates were age-adjusted. 

The increasing homicide rate in Los Angeles during the T970s can be attributed almost en- 
tirely to changes in homicide rates among black and Hispanic males (Figure 2). Rates for white 
non-Hispanic males were only slightly higher in the latter half of the decade than in the first 
half, and there was no consistent upward trend. The vates for white non-Hispanic, black, and 
Hispanic females did not change substantially. 


In 56.6% of homicides, victims were killed with some type of gun; handguns were used in 
79.3% of these cases. In 23.3% of cases, cutting instruments were used; 10.6% of victims 
were bludgeoned to death; and 9.6% were killed by other means. Verbal arguments most 
commonly preceded homicides (32.7% of cases). During the 10-year period, 48.4% of homi- 
cides occurred in homes. 


“Criminal homicide is defined as death due to injuries illegally inflicted by another person with intent to 
injure or kill, by any means. Ascertainment of a case as a criminal homicide was based on the results of 
the investigation conducted by the Los Angeles Police Department. These homicides do not include kill- 
ings committed by police officers in the line of duty and those committed by citizens in self-defense. 
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Most homicide victims in Los Angeles knew their assaiants. In 61.2% of cases, the offend- 
er was a member of the victim's family or a person otherwise acquainted with the victim. 
However, the distribution of victim-offender relationships was different for men and women 
(Figure 3). A total of 42.7% of women were killed by a family member or intimate acquaint- 
ance, compared with 14.9% of men. Women were most likely to be killed by their husbands; 
men, by friends or acquaintances 

Blood-alcohol tests were completed for 4,092 (82.7%) of the 4,950 homicide victims. Al- 
cohol was detected in 46.0% of victims tested; in 30.2% of victims tested, blood-alcohol 
levels were 100 mg’ or higher,* the legal level of intoxication in most states. Blood-alcohol 
presence varied markedly by race/ethnicity. Alcohol was detected in 57.0% of all Hispanic vic- 
tims tested, 47.7% of blacks, 34.5% of white non-Hispanics, and 33.7% of persons in other 
race/ethnic groups 
Reported by F Loya, PhD, NH Allen, MPH, Neuropsychiatric Institute, University of California at Los 
Angeles, Div of Epidemiology, School of Public Health, University of California at Los Angeles, Los 
Angeles Police Dept. Los Angeles Medical Examiner-Coroner’s Office; LA Vargas, PhD, Children’s Psy- 


chiatric Hospital, University of New Mexico, Albuquerque; Violence Epidemiology Br, Center for Health 
Promotion and Education, Epidemiology Program Office, CDC 


Editorial Note: The objectives of the Los Angeles study were to identify: (1) groups at great- 
est risk of homicide victimization; (2) situational and interpersonal characteristics associated 
with homicide; (3) changes in the risk of homicide victimization over time; (4) patterns of al- 
cohol by homicide victims; and (5) potential approaches to homicide research and prevention 
It is intended to serve as a model for epidemiologic analysis of homicide that can be replicated 
in state and community settings throughout the country 


* The level of alcohol in the blood is defined as milligrams of alcohol per 100 milliliters of blood and is ex- 
pressed in terms of milligrams percent (i.e., mg’) 


FIGURE 1. Age-adjusted homicide rate, by race/ethnicity and sex of victim — Los 
Angeles, 1970-1979 80 
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FIGURE 2. Homicide rate for male victims, by race/ethnicity and year of death — Los 
Angeles, 1970-1979 
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FIGURE 3. Percentage of homicides, by sex of victim and relationship of offender to 
victim — Los Angeles, 1970-1979 
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Compared with rates for other major U.S. urban areas, homicide rates increased markedly 
in Los Angeles from 1970 to 1979. Between 1970 and 1978, the rate of increase for the Los 
Angeles/Long Beach Standard Metropolitan Statistical Area (SMSA) was much greater than 
in any of the other 25 most populous SMSAs in the United States (based on 1970 population 
estimates) (3). Although the exact causes for this increase are not clear, this pattern is pri- 
marily attributable to increasing homicide rates among black and Hispanic males between the 
ages of 15 and 44 years. 

The pattern of highest overall homicide rates in Los Angeles among young black males is 
also characteristic of the United States as a whole and is supported by studies in other urban 
areas, including Philadelphia, Pennsylvania; Houston, Texas; Chicago, Illinois; and Atlanta, 
Georgia (4-8). The consistency with which these findings have been reported suggests that 
the determinants of these patterns are widespread throughout society, rather than associated 
with specific local environments or points in time. Numerous studies and reports have sug- 
gested that two such determinants of the high risk faced by blacks and other minority groups 
may be poverty and the subculture of violence (8-77). 

This study confirmed previous findings that substantial numbers of victims and/or offend- 
ers involved in violent crimes consume alcohol before the crimes (4, 7, 72-75). While the Los 
Angeles study cannot establish alcohol as a risk factor for homicide, the results further docu- 
ment the strong relationship between patterns of alcohol use and characteristics of the vic- 
tims (76). information is needed on blood-alcohol levels in referent populations or in persons 
who are not homicide victims. Without such data, the prevalence of alcohol in homicide vic- 
tims may only reflect alcohol consumption patterns in individuals or groups at increased risk 
of homicide for other reasons 

Neither this study nor official statistics collected by the criminal-justice and health-care 
systems link acts of criminal violence and resulting injuries to drug activity of victims or 
offenders. The term “drug activity” can apply to drug use by victims or offenders, as well as 
to the activities involved in distributing, buying, and selling drugs. Police in New York City 
examined this linkage and found that 24% of all homicides could be considered drug-related 
in 1981 (77). Thus, existing databases should be improved to enhance epidemiologic analy- 
sis of the associations between homicide and the illicit use, manufacture, or distribution of 
drugs 

Research has generally focused on the homicide event itself and has rarely addressed the 
processes that lead to homicide. In the context of family violence, more attention should be 
paid to the natural history of family abuse. Wife battering is characterized by recurrent injuries 
to and general medical complaints by the victim (78, 79). However, the “battering syndrome” 
has only been rudimentarily described, and important questions remain to be answered con- 
cerning whether the severity of physical assaults escalates over time in the family context; 
how frequently assaults occur; whether abuse of children and the elderly is associated with 
spouse abuse; how victims seek help; and how frequently and with what consequences vic- 
tims have prior contacts with criminal-justice institutions, social-service agencies, and health- 
care facilities for problems related to nonfatal abuse 

Additionally, knowledge about the frequency and nature of violence between friends and 
acquaintances could be improved. Young males in minority groups appea to be particularly 
vulnerable to homicide by friends or acquaintances, suggesting that the forces that account 
for racial discrepancies in homicide rates may have their greatest influence on violence be- 
tween friends and acquaintances. Examining the socioeconomic and cultural context in which 
violence by friends or acquaintances occurs and the means of conflict resolution used by 
young minority males may be a useful starting point for understanding race/ethnic differences 
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underlying this phenomenon. Topics to be considered are: whether arguments are more fre- 
quent among black friends and acquaintances or whether the likelihood of violent resolutions 
to arguments is greater; whether different race/ethnic groups resolve conflicts differently, 
and, if so, whether these means are related to the socioeconomic or cultural status of minority 
groups 
References 
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Current Trends 





Update: Influenza Activity — United States 


Influenza B and influenza A(H3N2) viruses continue to circulate throughout the United 
States. For the week ending February 1, 13 states* and the District of Columbia reported 
widespread outbreaks of influenza-like illness, and 18 statest reported regional outbreaks. 


“Colorado, Georgia, Idaho, Michigan, Minnesota, Nebraska, New Hampshire, New Jersey, North Carolina, 
Oklahoma, Pennsylvania, Washington, and West Virginia 

t California, Connecticut, Delaware, Illinois, lowa, Kansas, Kentucky, Maryland, Mississippi, Missouri, 
Montana, Oregon, South Carolina, South Dakota, Texas, Vermont, Virginia, and Wisconsin 
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The preceding week, five states reported widespread outbreaks, and 13 states reported re- 
gional outbreaks 

Although influenza B viruses are more prevalent, there is evidence of at least one mixed 
outbreak. Beginning January 14, an outbreak of influenza-like illness was observed among 
students seen at the student health center at North Carolina State University in Raleigh. In- 
fluenza viruses were isolated from nine students tested from January 19 to January 21; 
seven type B viruses and two type A(H3N2) were identified. This is the first outbreak this 
season where both virus types B and A(H3N2) were isolated and raises the possibility of co- 
circulation of these viruses in other outbreaks 

Influenza virus type A(H3N2) has been isolated from a nursing-home outbreak near 
Minneapolis-St. Paul, Minnesota, where approximately 33 (25%) of the 132 residents were ill 
between January 16 and January 28. influenza type B viruses were isolated during the same 
week from two students in an outbreak of influenza-like iliness at the high school in the same 
community as the nursing home 

Several more states have recently reported their first influenza isolates of the season 
West Virginia has reported influenza type A(H3N2) virus; Maryland, Nebraska, and Rhode 
island have reported influenza type B virus; and Delaware, Kentucky, North Carolina, and Ohio 
have reported both influenza type B and influenza type A(H3N2) viruses. Forty-two states and 
the District of Columbia have now reported influenza virus isolates this season Thirty-eight 
states and the District of Columbia have reported type B isolates; 21 nave reported type 
A(H3N2); and one, Hawaii, has reported type A(H1N1) 

Tallies of patients with influenza-like illnesses seen by sentinel er nationwide con- 
tinued to increase from an average of 7.6 for the reporting week ending January 15, to an 
average of 9.2 for the week ending January 22 

Pneumonia and influenza (P&l) deaths reported from the 121 US. cities for the week 
ending February 1 represent 5.8% of total deaths, compared with 6 1% reported for the 
preceding week 


Reported by State and Territorial Epidermiologists; State Laboratory Directors; R Meriwether, MD, Div of 
Health Svcs, North Carolina Dept of Human Resources; E Balkovic, PhD, G Hsiung, °hD, Virology Labora- 
tory, Veterans Administration Medical Center, West Haven, Connecticut; J Braun, MPH, Minnesota Dept 
of Health; Statistical Svcs Br, Div of Surveillance and Epidemiologic Studies, Div of Field Svcs, Epidemiol- 
ogy Program Office, WHO Collaborating Center for influenza, Influenza Br, Div of Viral Diseases, Center 
for infectious Diseases, CDC. 


Scases reported by those members of the American Academy of Family Physicians Research Panel who 
serve as sentinel physicians for influenza 


Reye Syndrome — United States, 1985 


For the 1985 surveillance year,” 91 cases of Reye syndrome (RS) meeting CDC’s case 
definition’ were reported. Although delayed reports through June 1986 may increase the 


*For surveillance purposes, the Reye syndrome year extends from December 1 through November 30 
(i.e., the 1985 year runs from December 1, 1984, through November 30, 1985). The data for 1985 are 
preliminary and include cases reported as of January 15, 1986 

tThe CDC case definition is (1) acute noninflammatory encephalopathy documented clinically by an al- 
teration in consciousness and, if available, a record of cerebrospinal fluid containing eight leukocytes or 
fewer per mm®, or by histologic specimen demonstrating cerebral edema without perivascular or menin- 
geal inflammation; (2) hepatopathy documented by either a liver biopsy or autopsy considered to be di- 
agnostic of Reye syndrome, or a threefold or greater rise in the levels of either the SGOT, SGPT, or 
serum ammonia; and (3) no more reasonable explanation for the cerebral or hepatic abnormalities 
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number of cases for 1985, the provisional 1985 total is less than half the lowest annual total 
reported through the National Reye Syndrome Surveillance System (NRSSS) since its initia- 
tion in December 1973 (Table 1). 

Cases were reported from 31 states. The sex and race distributions were similar to previ- 
ous years. Of patients for whom this information was reported, 52% were female; 89%, 
white; 7%, black; and 4%, of Asian or American Indian extraction. Fifty-three percent of RS pa- 
tients were 0-4 years of age; 20%, 5-9 years of age; 19%, 10-14 years of age; 5%, 15-19 
years of age; and 3%, 20 years of age or older. The reported incidence of RS among children 
in all age groups has decreased in recent years (Figure 4). 

Most patients (57%) reported thus far for 1985 were hospitalized in January and February. 
This primarily reflected the increased incidence of viral respiratory infections among children 
during those months. The predominant influenza isolate during this period was influenza 
A(H3N2) (7). 


TABLE 1. Reported cases and incidence* of Reye syndrome (RS) — United States, 1974 
and 1977-1985 





Predominant Case- 
influenza fatality 
Year strains RS cases incidence rate (%) 





1974 B 379 0.58 41 
1977 B 454 0.71 42 
1978 A(H3N2) 236 0.37 29 
1979 A(H1N1) 389 0.62 32 
1980 B 555 0.88 23 
1981 A(H3N2) 297 0.47 30 
1982 B 213 0.34 35 
1983 A(H3N2) 198 0.32 31 
1984 A(H1N1) and B 204 0.33 26 
1985+ A(H3N2) 91 0.15 32 





*Cases/100,000 population under 18 years of age 
tData for 1985 are preliminary and based on case reports received as of January 15, 1986 


FIGURE 4. Reported Reye syndrome cases, by age group — United States, 1981-1985" 








“As of January 15, 1986 
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For 84 (92%) of the patients, a prodromal iliness occurring within 2 weeks before the 
onset of vomiting or neurologic symptoms of RS was reported. Fourteen (17%) of these had 
varicella reported as their prodromal iliness, compared with 26 (13%) patients in 1984. For 
the remainder of patients in 1985, the prodromal iliness was characterized by respiratory 
symptoms (67%), diarrhea without respiratory symptoms (8%), or other signs and symptoms, 
including fever alone (7%). 

The largest percentages of patients were admitted to hospitals in the three precomatose 
stages of RS: stage |—39%; stage liI— 28%; or stage O—9%. The deepest stages of RS at- 
tained by the hospitalized patients were: stage |—36% of patients; stage lI—23%; stage 
ii—5%; stage IV—4%; and stage V—32%. The short-term outcomes were reported for 87 
(96%) of the RS patients; 28 died, for a case-fatality rate of 32%. 

Reported by Div of Viral Diseases, Center for infectious Diseases, CDC. 


(Continued on page 73) 





TABLE |!. Summary —cases specified notifiable diseases, United States 





5th Week Ending Cumulative, 5th Week Ending 
| Feb. 2 Median Feb. 1 | Feb. 2 | Median 





1985 1981-1985 1986 1985 1981-1985 








a 





Acquired ficiency Synd: (AIDS) 156 N 1,070 513 N 

Aseptic meningitis 57 90 364 332 433 

Encephaitis: Primary larthropod-bome 
& unspec ) 18 18 69 67 78 
Post-infectious 1 6 10 


3 1 
Gonorrhea: Civilian 17,076 17.887 76,114 74,868 


424 425 1,207 1,494 

Hepatitrs Type A 4390 490 2.017 1,788 
Type 8B 553 2.017 
Non A, Non B 75 N 339 
Unspecified 94 

Legronetios:s 
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Mailana 
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indigenous 
imported 
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Crvehan 
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Mibtary 
Toxic Shock syndrome 


Typhus fever, tick-borne (RMSF) ° 
Rabies, animal 359 








TABLE I1. Notifiable diseases of low frequency, United States 








Cum 1986 Cum 1986 
—_—— 

Anihrax Leptospirosis (Va. 1) 

Botulism Foodborne — - 


Piague 
infant (Del. 1) Poliomyelitis, Paralytic 
Other 


Psittacosis (N. Mex. 1) 
Brucetios:s Rabies, human 
Cholera Tetanus 
Congenital rubella synd: 


Trichinosis 
Congenital syphilis, ages < 1 year " Typhus fever. flea-borne (endemic. murine} 
Diphthena 

















“Two of the 26 reported cases for this week were imported from a foreign country or can be directly traceable to a known internationally im- 
ported case within two generations 
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TABLE Ili. Cases of specified notifiable diseases, United States, weeks ending 
February 1, 1986 and February 2, 1985 (Sth Week) 
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TABLE Ill. (Cont’d.) Cases of specified notifiable diseases, United States, weeks ending 
February 1, 1986 and February 2, 1985 (Sth Week) 





Measles (Rubeola) Menin- 
Malana — = 9 U Mumps Pertussis Rubella 
Indigenous imported * infections 


Cum Cum Cur Cum Cum Cum Cum Cum Cum 
1986 1986 | Sse 1986 } 1986 1986 1906] 1986 1906] =] 1985 1986 1986 | 1985 
UMITEDSTATES 53 24 4 2 5 280 42 176 19 123 «#108 «2 21 19 


NEW ENGLAND 1 22 3 3 1 1 
Maine 5 
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“For measies only, imported cases includes both out-of-state and international importations 
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TABLE Ill. (Cont’d.) Cases of specified notifiable diseases, United States, weeks ending 
February 1, 1986 and February 2, 1985 (5th Week) 





T - iT is Fever 
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TABLE IV. Deaths in 121 U.S. cities,” week ending 
February 1, 1986 (Sth Week) 





All Causes, By Age (Years) All Causes, By Age (Year: 
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* Mortality data in this table are voluntarily reported from 121 cities in the United States. most of which have populations of 100,000 or 
more.A death is reported by the place of its occurrence and by the week that the death certificate was filed Fetal deaths are not included 
* Pneurnomea and influenza 
t Because of changes in reporting methods in these 3 Pennsylvania cities. these numbers are partial counts for the current week Complete 
counts will be available in 4 to 6 weeks 
tt Total includes unknown ages 
§ Data not available Figures are estimates based on average of past 4 weeks 
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Editorial Note: The NRSSS provides crude annual comparisons of RS activity, although the 
number of cases reported underestimates true RS incidence and mortality. Because state 
health departments and CDC are more likely to become aware of fatal cases, the reported 
case-fatality ratios are probably overestimated. 

During the 1985 surveillance year, the annual RS incidence was the lowest reported since 
the NRSSS was initiated. In previous years, the RS incidence, at least in part, has reflected the 
intensity and type of influenza activity. By all surveillance parameters, 1985 influenza activity 
was comparable in intensity to 1984, and the activity was greater than in 1982 or 1983. 
However, the predominant isolate was influenza A(H3N2), which has been generally associat- 
ed with fewer cases of RS than influenza types B or A(H1N1). Nonetheless, the number of RS 
cases reported in 1985 was markedly lower than in the 3 previous years (1978, 1981, and 
1983) that influenza A(H3N2) predominated (Table 1). In addition, varicella-associated RS 
cases reported annually declined by over 60% during 1981-1984, and the decline appears to 
be continuing during 1985, despite relatively stable annual varicella activity. 

During 1981-1984, the number of reported RS cases consistently declined among chil- 
dren under 10 years of age; no such decrease occurred in the number of patients 10-19 
years of age (2). During 1985, the continued decrease in RS incidence among patients 0-9 
years of age was accompanied by an even larger decrease in incidence among patients 10-19 
years of age (Figure 1). 

Between 1981 and 1985, a less rapid decrease in RS incidence among children under 2 
years of age has led to an increasing proportion of RS cases in this age group. This may be 
related, in part, to a long-standing difficulty in the diagnosis of RS in young children. It may be 
particularly difficult to distinguish RS from anoxic encephalopathy and inborn errors of 
metabolism in these children (3,4). At a National Institutes of Health Consensus Development 
Conference on the Diagnosis and Treatment of Reye Syndrome, it was recommended that, al- 
though RS diagnosis can be made in most patients without a liver biopsy, biopsy should be 
considered in very young children (5). It has been suggested, however, that the pathologic 
changes seen may not always reliably differentiate RS from inborn errors of metabolism (6). 
Recently, the specificity of light microscopy changes on postmortem examination considered 
to be characteristic of RS has been challenged (7). Thus, before the diagnosis is established, 
the possibility of other more reasonable explanations for the cerebral and hepatic abnormali- 
ties should be explored, particularly in infants and young children. Histochemical staining and 
electron-microscopic examination of the liver, as well as a serum amino-acid profile, may help 
increase the specificity of diagnosis (8,9). 

The intensity of RS surveillance usually depends partially on the awareness of the illness 
among the public and medical personnel and the ease and perceived importance of reporting 
cases. The low reported RS incidence in 1985 occurred during widespread publicity about 
the probable increased risk of RS associated with the use of aspirin for teenagers, as well as 
for younger children, with influenza-like illnesses or chickenpox. 

Following the results of the pilot phase of the U.S. Public Health Service study on RS and 
medications (70), the U.S. Food and Drug Administration has proposed that oral over- 
the-counter medicine containing aspirin add a label reading: WARNING: Children and teen- 
agers should not use this medicine for chickenpox or flu symptoms before a doctor is consult- 
ed about Reye syndrome, a rare but serious disease. 

For the 1985-1986 influenza season, increasing numbers of states are reporting influenza 
virus isolates, predominantly types B and A(H3N2). Physicians and other appropriate person- 
nel in the medical community are encouraged to continue reporting RS cases to CDC through 
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their local and state health departments. RS case-report forms can be obtained from state 
health departments or the Epidemiology Office, Division of Viral Diseases, Center for infec- 
tious Diseases, CDC, Atlanta, Georgia 30333. 
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Tuberculosis — United States, 1985 — 
and the Possible impact of Human T-Lymphotropic Virus Type III/ 
Lymphadenopathy- Associated Virus Infection 


in 1985, a provisional total of 21,801 tuberculosis cases was reported to CDC, a 2.0% de- 
cline from the 1984 final total of 22,255 cases. Similarly, in 1985, the provisional incidence 
rate was 9.1 per 100,000 population, a decline of 3.2% from the 1984 final rate of 
9.4/100,000. Compared with 1983, the number of reported cases in 1984 declined progres- 
sively, so that by week 52, there were 2,139 fewer cumulative provisional reported cases 
(Figure 5). Compared with 1984, there was no such progressive decline in 1985. 
Reported by Div of Tuberculosis Control, Center for Prevention Svcs, CDC 
FIGURE 5. Difference in cumulative tuberculosis cases between 1984 and 1983 and be- 
tween 1985 and 1984, by MMWA reporting week — United States 
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Editorial Note: From 1975 through 1978, the average annual decrease in reported tuber- 
culosis cases was 5.7%. From 1978 through 1981, when there was a large influx of South- 
east Asian refugees, the average decline was only 1.4%. The average decline of 6.7% from 
1982 through 1984 indicated that the previous downward trend had resumed. The 2.0% de- 
cline in 1985 thus represents another slowing of this trend. 

Although the reasons for the relatively small decline in 1985 cases are not fully known, evi- 
dence supports the hypothesis that human T-lymphotropic virus type Ill/lymphadenopathy- 
associated virus (HTLV-III/LAV) infection of persons infected with the tubercle bacillus has 
caused an increase in tuberculosis in some areas. 

The suspicion that HTLV-III/LAV infection may be responsible for increased tuberculosis 
morbidity is based on the following: 

1. Since other immunosuppressive disorders are associated with an increased risk of de- 
veloping clinically apparent tuberculosis (7,2), there is a theoretical reason to believe 
that compromised immunity secondary to HTLV-Ill/LAV infection may favor activation 
of preexisting latent Mycobacterium tuberculosis infection. 

Some of the areas with the largest tuberculosis morbidity increases this year (New 
York City, California, Florida, Texas) are also some of the areas that have reported the 
largest number of acquired immunodeficiency syndrome (AIDS) cases to date (3). 

. Data from New York City indicate that increased tuberculosis morbidity is occurring in 
areas of the city where most AIDS cases have occurred. Matching the New York City 
tuberculosis and AIDS case registers has revealed increasing numbers of AIDS patients 
with histories of tuberculosis. An increasing number of persons with histories of in- 
travenous drug abuse—a known risk factor for AIDS—have been diagnosed as having 
tuberculosis (4). 
in Dade County, Florida, a substantial number of persons with AIDS either had tuber- 
culosis at the time AIDS was diagnosed or had it within the 18 months preceding the 
AIDS diagnosis (5). Based on an analysis currently in progress, 109 (10.0%) of the 
1,094 AIDS patients reported to CDC from Florida through December 31, 1985, have 
also been diagnosed with tuberculosis. 

To better understand the problem and to design the most effective and efficient program 
strategies, it will be essential to establish as soon as possible: (1) the proportion of tuberculo- 
sis patients who also have AIDS; (2) the proportion of specific subpopulations with tuberculo- 
sis that have HTLV-Ill/LAV infection; (3) the proportion of AIDS patients who have had tuber- 
culosis diagnosed; (4) the relative risk among persons with both tuberculosis infection and 
HTLV-IlI/LAV infection of developing clinical tuberculosis, compared with suitable controls 
with tuberculous infection; (5) whether patients with HTLV-III/LAV infection and tuberculosis 
are more or less likely to transmit tuberculosis infection to others; (6) the validity of tuberculin 
skin-test results for persons with AIDS or HTLV-IlI/LAV infection; and (7) the efficacy of cur- 
rent treatment regimens among patients with HTLV-IlI/LAV infection and tuberculosis. 

CDC’s Division of Tuberculosis Control, Center for Prevention Services, is working closely 
with the Florida and Dade County health departments and the New York City Department of 
Health in designing and conducting studies to obtain answers to these questions 
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Epidemiologic Notes and Reports 





Apparent Transmission of Human T-Lymphotrophic Virus Type III/ 
Lymphadenopathy- Associated Virus from a Child to a Mother 
Providing Health Care 


CDC has received a report from state and local health officials of a child with transfusion- 
associated infection caused by human T-lymphotropic virus type Ill/lymphadenopathy- 
associated virus (HTLV-IlI/LAV), the virus that causes acquired immunodeficiency syndrome 
(AIDS). The child’s mother appears to have been infected with HTLV-III/LAV while providing 
nursing care that involved extensive unprotected exposure to the child’s blood and body se- 
cretions and excretions. 

The child, a 24-month-old male, was diagnosed as having a congenital intestinal abnor- 
mality on day 4 of life. Over the next several months, he had numerous surgical procedures, 
including colonic and ileal resections, repairs of ostomies, a liver biopsy, and intravascular 
catheter replacements. The child has been hospitalized 17 months and has required intrave- 
nous hyperalimentation and continuous nasogastric feedings throughout his life. His illness 
was also characterized by frequent bouts of bacterial sepsis, many of which were apparently 
related to his gastrointestinal disease and indwelling intravascular catheter. Because of 
anemia due to chronic illness, multiple surgical procedures, gastrointestinal bleeding, and fre- 
quent blood drawing, the child required multiple transfusions between birth (February 1984) 
and early June 1985. 

Because of the child's history of both recurrent bacterial sepsis and multiple transfusions, 
a blood sample was drawn for HTLV-Ili/LAV antibody in May 1985. This sample, and a 
second sample obtained 3 months later, were both positive by enzyme immunoassay (EIA); 
the second sample was tested by Western blot assay and was positive. In June 1985, the 
ratio of T-helper to T-suppressor lymphocytes (T,,/T.) was normal (1.6). Serum obtained 
during an investigation in December 1985 was strongly positive for antibody to HTLV-IlI/LAV 
by EIA (absorbance > 2.0, negative cutoff = 0.083, absorbance ratio > 24). Western blot 
assay at CDC was positive for both the p24 and gp41 bands." Cultures of the child’s 
peripheral blood lymphocytes, saliva, and stools for HTLV-Ill/LAV have been negative. 

Blood from 26 donors had been transfused to the child between birth and June 1985. One 
of these donors was a 34-year-old female whose serum, obtained in January 1986, was 
strongly positive for antibody to HTLV-III/LAV by both EIA (absorbance ratio > 20) and West- 
ern blot assay (positive gp41 and equivocal p24 bands).* Her blood was transfused to the 
child in May 1984 before serologic testing of donors for HTLV-Ili/LAV was available. All other 
donors were seronegative. 


“Results confirmed by competitive EIA for HTLV-Ill antibody performed by the Laboratory of Tumor Cell 
Biology, National Cancer Institute 
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The child’s 32-year-old mother has been closely involved in the child's care during hospi- 
talization and at home, which has required frequent contact with the child’s blood and with 
other body fluids. Her activities included drawing blood through the child's indwelling catheter 
at least weekly, removing peripheral intravenous lines occasionally, emptying and changing 
ostomy bags daily for the 7 months these were in place, inserting rectal tubes daily to facili- 
tate large-bowel clearing, changing diapers and surgical dressings, and changing nasogastric 
feeding tubes weekly. When interviewed, she did not recall any specific incidents of needle- 
sticks or other parenteral exposures to the child’s blood. However, the mother did not wear 
gloves, and on numerous occasions, her hands became contaminated with blood, feces 
(which often contained blood), saliva, and nasal secretions. She did not recall having open 
cuts or an exudative dermatitis on her hands; however, she often did not wash her hands im- 
mediately after blood or secretion contact. 

In March, June, and October 1985, the mother donated blood; none of her donated blood 
was given to her child. As part of routine blood-donor screening, the blood was tested for 
HTLV-Ill/LAV antibody. She was seronegative by EIA in March and June. In October, a serum 
sample was repeatedly positive by EIA and was confirmed by Western blot assay. Serum ob- 
tained during an investigation in December 1985, and the October 1985 specimen, were 
both strongly positive by EIA (absorbance ratio > 24) and Western blot assay (positive p24 
and gp41 bands) at CDC.* The mother remains clinically well; however, her T/T. ratio was 
0.9 (normal > 1.0) when tested in December 1985. Culture of her peripheral blood lym- 
phocytes for HTLV-Ill/LAV was negative. 

Extensive epidemiologic investigations did not reveal any other risk factors for infection in 
the mother or child. The mother was employed as a paramedic before the child’s birth but 
denied needlestick injuries or exposure to AIDS patients. The child’s father is negative for 
HTLV-III/LAV antibody” and is clinically well with a normal T,,/T. ratio of 2.4. 

Reported by AIDS Program, Center for infectious Diseases, CDC 

Editorial Note: The child reported here most likely acquired the infection from transfusion of 
blood donated in May 1984 by a donor later found to be seropositive. The child's mother 
most likely acquired HTLV-Ill/LAV infection from her son while providing nursing care that in- 
volved extensive contact with his blood and other body secretions and excretions. She did 
not take precautions, such as wearing gloves, and often failed to wash her hands immediately 
after exposure. 

Epidemiologic investigations did not reveal other risk factors for HTLV-III/LAV infection in 
the mother. The timing of her seroconversion (between June and October 1985) suggests 
that her exposure occurred after the birth of her child (February 1984). Limited case reports 
suggest that the seroconversion period for HTLV-IlI/LAV is approximately 1-6 months (7-3); 
there are no published reports of seroconversion periods greater than 6 months. Although ini- 
tial attempts at virus isolation from the mother and child have been negative, the ElAs have 
been repeatedly reactive from multiple specimens in separate laboratories. The high absor- 
bance ratios and presence of strong bands reacting to specific viral proteins on Western blot 
assay are most consistent with HTLV-Ill/LAV infection. 

Previous CDC guidelines have emphasized that in hospital, institutional, and home-care 
settings, health-care workers or other persons providing care for patients with HTLV-III/LAV 
infection should wear gloves routinely during direct contact with the mucous membranes or 
nonintact skin of such patients (4). They should also wear gloves when handling items soiled 
with blood or other body secretions or excretions. Additional precautions, such as wearing 
gowns, masks, or eye coverings, may be appropriate if procedures involving more extensive 
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contact with blood or other body secretions or excretions are performed. Education and 
foster care of children infected with HTLV-III/LAV, such as the child reported here, who lack 
control of their body secretions or excretions require special considerations as outlined pre- 
viously (5) 

Transmission of HTLV-IllI/LAV infection from child to parent has not been previously 
reported. The contact between the reported mother and child is not typical of the usual con- 
tact that could be expected in a family setting. None of the family members of the over 
17,000 AIDS patients reported to CDC have been reported to have AIDS, except a small 
number of sexual partners of patients; children born to infected mothers; or family members 
who themselves had other established risk factors for AIDS. Seven studies involving over 
350 family members of both adults and children with AIDS have not found serologic or viro- 
logic evidence of transmission of HTLV-Ill/LAV infection within families other than among sex 
partners, children born to infected mothers, or family members with risk factors for AIDS 
(6-72) 

Although transmission of HTLV-lil/LAV in the health-care setting has been reported, such 
transmission has been extremely rare. In five separate studies, a total of 1,498 health-care 
workers have been tested for antibody to HTLV-IlI/LAV. In these studies, 666 (44.5%) of the 
workers had direct parenteral (needlestick or cut) or mucous-membrane exposure to patients 
with AIDS or HTLV-IlI/LAV infection. Twenty-six persons in these five studies were seroposi- 
tive when first tested; all but three of these persons belonged to groups recognized to be at 
increased risk for AIDS (73-77) 

CDC is aware of only one other case in which HTLV-III/LAV transmission from a patient to 
@ person providing care may have occurred through a nonparenteral route (78). In this report 
from England, a 44-year-old woman, who was not a health-care worker, developed AIDS 
after she had provided home nursing care for a Ghanaian man who was diagnosed with AIDS 
at postmortem examination. The care involved prolonged and frequent skin contact with 
body secretions and excretions. The woman recalled having some small cuts on her hands 
and an exacerbation of chronic eczema. She denied any sexual contact with the patient. 

The occurrences of the case reported here and the English case suggest that HTLV-IlI/LAV 
infection may, on rare occasions, be transmitted during unprotected contact with blood or 
other potentially infectious body secretions or excretions in the absence of known parenteral 
or sexual exposure to these fluids. Adherence to published guidelines for health-care workers 
(4) should prevent transmission through exposure to blood or body fluids. 
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FIGURE |. Reported measles cases — United States, weeks 1-4, 1986 
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